Fibrosing alopecia in a pattern distribution (FAPD) is a relatively new entity in the family of cicatricial alopecia. It has been categorized as a member of the lichen planopilaris (LPP) group due to its similarity in clinical and histopathological presentation. Nonetheless, the disease earns its own entity due to its lichenoid inflammation exclusively involving miniaturized hair and area of involvement mimicking pattern hair loss which differentiates itself from other types of LPP or pattern hair loss. Since its first introduction by Zinkernagel and Trüeb in 2000, there have been only few case reports and series of FAPD. We herein report a case of FAPD in a postmenopausal woman who had progressive hair loss over the course of 10 years.
Introduction
Fibrosing alopecia in a pattern distribution (FAPD) is a form of lymphocytic cicatricial alopecia which affects the typical area of androgenetic alopecia (AGA) or female pattern hair loss (FPHL). Since its first introduction by Zinkernagel and Trüeb [1] in 2000, the condition has been recognized as a variant of lichen planopilaris (LPP) due to its similarity in clinical and histopathological characteristics [1, 2] .
Case Report
A 58-year-old female presented to the dermatology clinic with a history of progressive hair loss over 10 years. The hair loss began from the central scalp and gradually spread centrifugally ( Fig. 1) . She also complained of burning sensation of the affected area of the scalp. The patient denied previous illness before the onset of alopecia. There was also no history of significant weight loss or family history of pattern hair loss. She had no underlying disease and was not taking any medication or supplement during that time.
Scalp examination revealed diffuse alopecia predominantly on the vertex, frontal, and parietal area. Perifollicular scale, mild perifollicular erythema, and follicular dropout were generally observed within the alopecic area. Trichoscopic examination showed diversity of hair shaft diameter, focal atrichia, whitish areas, mild interfollicular erythema, and arborizing blood vessels (Fig. 2) . Physical examination was unremarkable for other areas and systems. Lesional scalp biopsy was done. The specimen showed miniaturized hair follicle and dense inflammatory cell infiltrate of lymphocytes around the upper portion of hair follicle. There was no interface dermatitis of the interfollicular epidermis (Fig. 3) .
She initially received desoximetasone cream to be applied to the affected area once daily and hydroxychloroquine 200 mg/day. Hair loss and burning sensation of the scalp were halted after 1 month of treatment. Subsequently, 3% minoxidil lotion, to be applied twice daily, and finasteride 2.5 mg/day were added to the treatment. Hair growth was noted after 2 months and inflammation subsided. The absence of perifollicular scales and interfollicular erythema was noted after 5 months of treatment. These improvements were maintained throughout the 1-year follow-up period.
Discussion
AGA and FPHL are very common causes of non-scarring alopecia worldwide, with a prevalence of around 30% in males over 30 years and postmenopausal females, and the prevalence increases further to up to 80% by the age of 70 years [3] [4] [5] [6] . The diagnosis of this pattern hair loss is usually made based on clinical presentation. However, the introduction of FAPD raises the question whether these patients would reveal signs of cicatricial alopecia and some of these patients would, in fact, have FAPD.
Cases of FAPD have been reported in many regions worldwide [1, [7] [8] [9] [10] [11] . The distinctive histopathologic features of FAPD were miniaturization of hair follicles with prominent lichenoid inflammation and destruction of the follicular basilar epithelium in the isthmus and infundibular region of the follicle. Interface dermatitis in interfollicular epidermis was rarely found in FAPD. These findings overlap between AGA and LPP [1] . Nevertheless, some had addressed FAPD as a subset of LPP due to its cicatricial alopecic findings and similar histopathology [2, 9] . Naturally, the differential diagnosis of FAPD are AGA/FPHL and members of cicatricial alopecia groups such as classic LPP or central centrifugal scarring alopecia which usually can be differentiated through clinical pattern and histopathology ( Table 1) .
The etiology and pathogenesis of FAPD have yet to be elucidated. Nevertheless, the efficacy of antiandrogen therapy, in stabilizing the progression of hair loss and decreasing the scalp inflammation in some cases, suggested that androgen may play a role in the development of the inflammatory process of the scalp [1] . Further studies are warranted to unravel the underlying factors responsible for these inflamed androgenetic hair follicles.
In conclusion, we present a case of FAPD in a postmenopausal woman who had progressive hair loss over the course of 10 years. Interestingly, the onset of hair loss in our patient was relatively lengthy and yet there were moderate responses to the treatment. Given the irreversible nature of later stage of cicatricial alopecia, these findings raise the possibility in which the patient actually had FPHL and later developed FAPD or FAPD is, in fact, a late manifestation of some cases of FPHL.
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